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Statement of the Case

This proceeding involvesathird claim for benefits under the Black Lung Benefits Act, as amended,
30 U.S.C. 901 et seqg. (hereinafter "the Act") and regulations promulgated thereunder.! Sincethis claim

L Al applicable regulations which are cited are included in Title 20 of the Code of Federal Regulations, unless
otherwise indicated, and are cited by part or section only. Director's Exhibits are indicated as"DX", Transcript of the
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was filed in 1997, Part 718 applies. Because the Claimant Miner was last employed in the coal mine
industry in West Virginia, the law of the United States Court of Appeals for the Fourth Circuit controls (DX
2). See Shupe v. Director, OWCP, 12 B.L.R. 1-200, 1-202 (1989)(en banc).

The Claimant, WilliamH. Carson, filedhisfirst dam for benefitson July 25, 1979 (DX 44-1). The
cdam was denied by Administrative Law Judge John C. Holmesin adecisionand order dated January 27,
1984 (DX 44-42). Judge Holmes found well in excess of ten years of coal mine employment, ending in
November 1981, when the Claimant suffered a stroke?, and a history of smoking one-half pack of
cigarettes a day for about thirty years. He found that the x-ray evidence triggered the rebuttable
presumption of total disability due to pneumoconiosis found at §727.203(a)(1), but also found that the
Employer established rebuttal pursuant to §727.203(b)(3). The Benefits Review Board (Board) affirmed
the denial on August 27, 1986 (DX 44-53). The United States Court of Appeals for the Fourth Circuit
affirmed the Board’ s decision in an order dated August 25, 1987 (DX 44-59).

Claimant filed his second dam for benefits on December 29, 1988 (DX 43-1). The claim was
denied by Administrative Law Judge Martin J. Dolan, Jr. on October 6, 1992 (DX 43-51). Judge Dolan
accepted the Employer’s stipulation of fifteen years of coal mine employment and the existence of Smple
pneumoconioss arising out of coal mineemployment. Hefound the Claimant totally disabled but concluded
that the cause of the disability was not a respiratory disease but impairment to his breathing apparatus
brought on by his 1981 stroke. Judge Dolan also concluded that any respiratory disability did not arise out
of coal mine employment. The Board affirmed the denid in a decision issued November 22, 1994 (DX
43-61). Carsonv. Westmoreland Coal Co.,19BLR1-21(1994). Inapublished decision dated August
26, 1996, the Board, pursuant to the Director’s motion to reconsider its holding that loss of lung function
due to extrinsic factors does not congtitute respiratory or pulmonary disability, deleted the sentence, “The
disabling loss of lung function due to extrinsic factors, e.g., loss of muscle function due to a stroke, does
not congtitute respiratory or pulmonary disability pursuant to Section718.204(c),” fromitsprior decision.
Carson v. Westmoreland Coal Co., BRB No. 93-0459 BLA (1996).

The instant claim was filed by the Claimant on November 24, 1998 (DX 1). The Employer was
given notice of the dam on December 16, 1998, (DX 19), and controverted liability on December 21,
1998 (DX 20). The District Director, Office of Workers Compensation Programs ("OWCP") made a
determinationonMarch 16, 1999, denying benefits (DX 17). The Claimant submitted additional evidence,
and the District Director made an initia finding of entitlement to benefits on June 7, 1999 (DX 25). The
Employer contested the award on June 24, 1999, and thereafter submitted additional medical evidence
(DX 26). The District Director again granted benefits on October 5, 1999 (DX 34). The Employer
appealed on October 27, 1999, and regquested a hearing (DX 36). This matter was referred to the Office

Hearing isindicated as"TR", Claimant's Exhibits are indicated as"CX", and Employer's Exhibits are indicated as

2 Various physicians use the terms “ stroke,” “ cerebrovascular accident,” and “CVA” interchangeably.
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of Administrative Law Judges on December 13, 1999 (DX 45).

A hearing was held in Beckley, West Virginia on September 19, 2000, at which al parties were
afforded afull opportunity to present evidence and argument. Director's Exhibitsone (1) through forty-six
(46), Claimant’ s Exhibitsone (1) through four (4), and Employer’s Exhibits one (1) through eighteen(18)
were received into evidence (TR 7, 34, 48). Employer was given thirty days from the date of the hearing
in which to respond to the report of Dr. Steven M. Koenig (TR 47). Claimant was given thirty days in
whichto respond to the reports of Drs. Spagnolo and Stewart® (TR 48). Claimant submitted Dr. Koenig's
supplemental report dated October 18, 2000, on October 19, 2000, and the same is hereby admitted into
evidence. The record is now closed

ISSUES

(1) Whether Claimant has two dependents for purposes of augmentation of benefits;

(2 Whether Claimant has proved that he has complicated pneumoconiosis,

©)] Whether Claimant has proved that heis totally disabled due to pneumoconiosis; and

4 Whether Claimant has proved a material change in conditions since his last claim was
denied.

FINDINGS OF FACT, DISCUSSION, AND CONCLUSIONS OF LAW

Length of Coal Mine Employment and Responsible Operator

The Claimant aleged thirty-one years of coa mine employment, and the Employer stipulated to
fifteen years, asfound by Administrative Law Judge Martin J. Dolan, Jr. in his October 6, 1992 Decision
and Order, and as affirmed by the Benefits Review Board as unchallenged (TR 7). After Claimant testified
that Westmoreland Coal Company was his last coal mine employer, for whom he worked full-time for
thirteen years, Employer conceded that it is the responsible operator (TR 8, 12, 26-27). Once Claimant
suffered his stroke in 1981, he ceased all work (TR 13). Claimant testified that all of his coal mine
employment wasunderground and dusty (TR 13). Heworked primarily asasupplier which required heavy
manual labor (TR 13).

Claimant testified that his first coal mine employer was Wally [sic] Wyoming, for whom he worked
thirteen or fourteen years (TR 12). At hearing, he did not recal any other coal mine employment.
However, on his Employment History form, Claimant indicated that he worked for Raleigh-Wyoming Coal
Company from1947 to 1962, Mary Frances Coal Company from1962to 1965, and Westmoreland from

3 Although the cover letter to EX 18 statesthat it includes a September 11, 2000 supplemental report from Dr.
Thomas M. Jarboe, the report isin fact from Dr. Bruce N. Stewart.
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1965 to 1981, for atotal of thirty-four years (DX 2). The Socia Security Itemized Statement of Earnings
confirms atotal of thirty-one years of coal mine employment: thirteenand three-quarters years of coal mine
employment from 1946 through 1960 with Raleigh Wyoming Mining Company; one additional quarter in
1960 with Polly Collins Coal Company; one and one-quarter years of coal mine employment with Mary
Frances Coal Company from 1961 through 1963; five and three- quarters years of coal mine employment
with Winding Gulf Coals Inc. from 1965 through 1970; and ten years of coal mine employment with
Westmoreland from 1971 through 1980 (DX 4). Accordingly, based on the testimony of the Claimant,
the Employer stipulations, and the Social Security records, Claimant is credited thirty-one years of coal
mine employment, and Westmoreland Coal Company is the properly named responsible operator.

Background

Claimant was born onJune 6, 1927 (DX 1). He claimsthree dependents: hiswife, Frances Oliver
Carson, whom he married on June 7, 1947; his adopted grandson, Derek Ramon Carson, born August
22, 1985; and his eleven year old grandson Darelle, born February 2, 1989 (DX 1; TR 19-20, 30).
Claimant testified that both Derek and Darelle live with him and his wife and depend on him for their food,
clothing, and shelter, asno one else pays for any of these essentials (TR 20, 23). The Claimant stated, and
the record confirms, that he and his wife officially adopted Derek, while Darelle has lived with themsince
he was a baby (DX 8; TR 22). Mrs. Carson aso testified that the boys  biological mother is Stephanie
Carson, who moved to Florida (TR 31). She stated that Darelle visits his mother in the summer, but she
does not support him financidly (TR 31). Based on the testimony of the Claimant and his wife and the
record, this tribunal finds that Claimant has established two dependents for purposes of augmentation of
benefits: his wife and son, Derek. Darelle does not meet the definition of a child under §725.208, and,
therefore, cannot be deemed the claimant’s dependent child under §725.2009.

Clamant testified that he began smoking in 1951 at arate of one-third pack of cigarettesaday at
firg, and that he currently smokes two to three cigarettes aday (TR 23, 27). Hefurther said that when he
went to see Dr. Zadivar in 1999, his son, who drove him to the appointment, was smoking. Claimant uses
acane to walk short distances but awheelchair for long distances (TR 25). He hasto stop often to catch
his breath. Mrs. Carsontestified that she noticed her husband was short of breath before he ever suffered
his stroke (TR 29). He becomes dyspneic when he is agitated, nervous, or moves too fast (TR 30). He
deeps on two or three pillows so he can breathe at night (TR 30).

In November 1981, Claimant had a stroke. Pulmonary function studies performed prior to the
stroke indicated a mild restrictive impairment (DX 43-49; CX 2). No etiology was attributed to the
relatively minimal impairment (DX 43-49). The impairment progressed to a moderate restrictive
impairment in the late 1980s (CX 2). By 1990, Claimant’s impairment was primarily obstructive (CX 2).
When they affect lung function, strokes immediately cause a restrictive effect that improves or dissipates
over time (CX 3). This progression may account for the observed change in Claimant’s pulmonary
impairment from primarily restrictive to primarily obstructive.
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Medical Evidence

The medical evidence relevant to the issues of complicated pneumoconiosis and total disability due
to pneumoconiosis, submitted since the last denial of October 6, 1992, islisted below. Becausethisisa
duplicate claim, this tribunal considers evidence in existence at the time the prior claims only to the extent
necessary to determine whether there has been a material change in conditions since thosedenials. Cline

v. Westmoreland Coal Co., 21 B.L.R. 1-69 (1997).

Chest X-ray Evidence*

Date Date Physician/
Exh. No. of X-ray of Report Qudifications
DX 15 1/20/99  2/1/99 Patel, B/R
DX 14 1/20/99  2/26/99 Navani, B/R
DX 13  1/20/99  3/10/99 Ranavaya, B
CX 2 1/20/99  5/9/00 Cohen, B
CX 4 1/20/99  8/14/00 Alexander, B/R
DX 33 1/20/99  8/26/99 Wiot, B/R
DX 33  1/20/99  9/09/99 Meyer,B /R
DX 35 9/08/99 9/28/99 Zddivar, B
DX 38 9/08/99 10/21/99 Wiot, B/R

Diagnosis

1/2; g/r; 4 zones, size A large opacity in left
upper lung zone; coal escence; emphysema

1/1; r/q; coalescence; tuberculosis
1/2; g/r; 6 zones; coalescence
2/2; rlg; 6 zones; coalescence

2/1; rlq; 4 zones; areas of coal escencein both
upper zones; emphysema

1/2; g/t; 4 zones, coalescence of pneumo-
coniotic nodules on the left

1/1;r/qg; 3 zones; focal areas of coalescencein
aperihilar distributionin both upper lung zones

1/1; g/r; 4 zones, emphysema

1/2; gt; 2 zones, stranding extending from the
left upper lung field toward the left hilum;

4 The following abbreviations are used in describing the qualifications of the physicians: B = B-reader and R =

Board-certified radiologist. Although the credentias of these physicians may not al be in the record, judicia notice
of their qudificationsis taken in accordance with www.ABM S.org and the 2000 NIOSH B-reader list. See Maddaleni

v. Pittsburgh & Midway Coal Mining Co., 14 B.L.R. 1-135 (1990).



Date Date Physician/
Exh. No. of X-ray of Report Qudifications
DX 42  9/08/99 11/07/99  Spitz, B/IR
EX 4 9/08/99  11/30/99 Meyer,B /R
EX 1 9/08/99  1/28/00 Castle, B
EX 5 9/08/99  4/17/00 Binns, B/R
EX 5 9/08/99  4/19/00 Abramowitz, B/R
EX 5 9/08/99  4/20/00 Gogineni, B/R
EX 5 9/08/99  4/25/00 Baek,B/R
CX 2 9/08/99  5/9/00 Cohen, B
CX 4 9/08/99  8/14/00 Alexander, B/R

Pulmonary Function Studies

Exh. No. Test Date Doctor

DX 10

1/20/99

Rasmussen  Good/Good/Y es

Co-op/Undstd/TR®

Diagnosis
coal escence of pneumoconiotic nodules onthe
left; emphysema

1/2; g/q; 2 zones; coalescence of nodules on
the left; emphysema; coalescence of nodules
on the left; emphysema

1/2; rlg; 3 zones; nodular opacitiesinthe
apices hilaterally demonstrate coalescence in
the left apex; emphysema

1/1; g/r; 2 zones,

1/1; g/s; 4 zones, some pneumoconiosis and t
opacities are seen; emphysema

2/1; g/r; 4 zones; hyperinflated lungs

1/1; g/r; 5 zones, coalescence; emphysema
2/1; gft; 4 zones, hyperinflation

1/2;r/q; 6 zones; coalescence

2/1; g/r; 4 zones; areas of coalescence in both

upper zones; emphysema

FEV1I FVC MVV Qua.° Hgt

124 218 45 Yes 67"
143 2.06 53 Yes

Validation: Dr. M. |. Ranavaya found the pre-bronchodilator study valid but did not review the post-

5 Conforming reports of pulmonary function studies must record the miner's level of cooperation and
understanding of the procedures, and include three tracings of the maneuvers performed.

6 Valueslisted are those values obtained pre-bronchodilator. The second line of values shown for the January 20,
1999 study indicates a post-bronchodilator study.
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bronchodilator study (DX 23). Dr. Ranavayais board-certified in occupational medicine.
DX 35 9/08/99  zddivar = ----- [-----1Y es 122 203 38 Yes 67"

Vdlidation: Dr. Zadivar found the study vaid. Dr. Stewart found that the validity of this study is
questionable (EX 4).

Dr. Spagnolo found both studies to be unreliable based on Claimant’s poor muscle strength secondary to
his stroke (EX 3). Dr. Koenig found both studies to be valid and reliable based on their acceptability,
reproducibility and selection, and found them technically valid based on American Thoracic Society
guidelines (CX 3, 5).

Arterial Blood Gas Studies

Exh. No. TestDate Doctor Condition pCO2 pO2 Alt.  Qudify
DX 12  1/20/99 Rasmussen resting 39.0 65.0 0-2999 No
DX 35 9/08/99 Zddivar resting 39.0 75.0 0-2999 No

Medical Reports/Opinions

The record contains three pages of miscellaneous medical records from Raleigh Regiona Cancer
Center (EX 2). Thefirst page, dated January 25, 1995, contains progress notesfromDr. Carl S. Larson.
Dr. Larson stated that he had not seen the Claimant for more than a year and that he had treated the
Claimant for hypertensionand complications related to a stroke, with Ieft hemiparesis. Dr. Larson saw the
Claimant on this date for afal which may have caused a fracture of the left hip. The second page, dated
October 12, 1995, appearsto be afollow-up by Dr. Rgjiv Khanna for assessment of the left hip fracture,
hypertension, left hemiparesis secondary to old stroke and history of seizure disorder. The Claimant
underwent left hip pinning in January 1995 and remained wheelchair bound secondary to the hemiparesis,
athough he is able to walk with the help of a walker. The third page, dated November 24, 1998, is a
progressreport fromDr. Larson. Dr. Larson stated that he had not seen the Claimant for more than three
years. He noted a history of hypertension and massive CVA which had |eft the Claimant quadriplegic.

Dr. D.L. Rasmussen, who isboard-certified ininternal medicine, examined the Claimant on January
20, 1999 (DX 11). He considered thirty-six years of coa mine employment, lastly asa man line motor
and beltman requiring heavy lifting and shoveling; a medica history most significant for aCVA in 1981; a
history of smoking one-half pack of cigarettes a day for forty-seven years before quitting in 1997; and
presenting symptoms of wheezing, a productive cough, shortness of breath, orthopnea, and ankle edema.
Dr. Rasmussen also reviewed the results of an x-ray, pulmonary function study, blood gas study, and
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physical examination which showed reduced lung expansion, mnimally reduced breath sounds, and
transient rhonchi onthe right. Dr. Rasmussen diagnosed complicated coal workers' pneumoconiosis based
onthe x-ray and over thirty-one yearsof coal mineemployment, and chronic obstructive pulmonary disease
based on airflow obstruction and a productive cough. Accounting for both Claimant’s clinical and legal
pneumoconiosis, Dr. Rasmussen determined that the pneumoconiosis was caused by coa mine dust
exposure, while the chronic obstructive pulmonary disease was due to both coal mine dust exposure and
cigarette smoking. He found that overall, the Claimant had minimal lung function loss but would be unable
to perform very heavy manual labor.

In aletter dated May 21, 1999, Dr. Rasmussen explained that he re-measured the Claimant and
found him to be 66 %2 inchestall in a stooped position (DX 21). After recal culating the pulmonary function
studies given the new height, he found that Claimant suffers fromseverelossof pulmonary function and is
incapable of performing his previous coal mine employment. He noted threerisk factorsfor theimpairment:
cigarette smoking; coal mine dust exposure; and his left hemiparesis. Dr. Rasmussen opined that the
Claimant’s coal mine dust exposure played a major role in his disabling respiratory impairment.

Dr. Rasmussen reviewed the reports of Drs. Spagnolo and Morgan on May 12, 2000 (CX 1).
Dr. Rasmussen pointed out that the Claimant’ sFEV 1 deteriorated at arate twice what would be expected
between 1989 and 1999, and that neuromuscular weakness generally produces a restrictive defect with
anormal FEV 1/FV C ratio, whichisnot present in Claimant’s case. For these two reasons, he concluded
that Dr. Spagnolo’sreport is deficient. Regarding Dr. Morgan’s report, Dr. Rasmussen stated that coal
mine dust exposureis a known cause of chronic obstructive pulmonary disease, citing two medical journal
articlesin support of this proposition. Dr. Rasmussen further explained that Dr. Morgan’ s belief that there
can be no further progression of pulmonary impairment due to coal mine dust once coal mining ceases is
not supported by the literature. He cited severd articles in support of his position. Therefore, based on
the Claimant’ s progression of pulmonary impairment which he opinedisnot solely attributable to Claimant’s
CVA, and in consideration of Claimant’s coal mine employment history, Dr. Rasmussen concluded that
both his coal mine dust exposure and cigarette smoke exposure have contributed to hisimpaired respiratory
function.

Dr. George L. Zadivar examined the Claimant on September 8, 1999 and reviewed additional
medical records for a report dated September 28, 1999 (DX 35). He considered a history of working
thirty-three years in the coal mines, lastly as a mainline motorman, a medical history, symptoms, including
difficulty breathing and muscle weakness, wheezing, difficulty deeping and some swelling of hisfeet. He
also noted a history of smoking one-half pack of cigarettes every two days for approximately forty years
before quitting in 1986 or 1987. Based on aphysical examination, pulmonary function study, chest x-ray,
and blood gas study, in addition to a review of medical records including the reports of Drs. Chillag,
Stewart, Fino, Horsman, Kress, and Rasmussen, Dr. Zaldivar diagnosed simple coal workers
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pneumoconiosis.” He noted that the Claimant has a respiratory impairment, but none of the impairment is
due to pneumoconiosis or any chronic dust disease of the lungs caused by his occupation as a coal miner.
Dr. Zaldivar concluded that Claimant is disabled due to a stroke and peripheral vascular disease. He also
noted that the Claimant continues to smoke which has caused some damage to the lungs. Dr. Zadivar is
board-certified in internal medicine, pulmonary diseases and critical care medicine.

On July 11, 2000, Dr. Zaldivar reviewed medica evidence submitted for the record since his
examinationof Claimant on August 16, 1989 (EX 11). Based onhisreview of seven chest x-ray readings,
the medical reports of Drs. Chillag, Stewart, Castle, Cohen, Morgan, Spagnolo, and Rasmussen, and a
depositionof Dr. Wiot takenonMay 31, 2000, Dr. Zadivar found sufficient evidenceto judtify adiagnosis
of coal workers' pneumoconiosis. He noted that the Claimant has a pulmonary impairment, but none of
the impairment is due to pneumoconiosis. Instead, he opined that the impairment is due to the
cerebrovascular accident with hemiparesis. From a pulmonary standpoint, Claimant is permanently and
totaly disabled and unable to perform hisusual coa mining job. However, Dr. Zadivar concluded that
none of the disability is due to coa workers' pneumoconiosis. He also noted that there has been some
change in condition since 1992 in that the Claimant has developed more airway obstruction due solely to
anongoing smoking habit. Dr. Zaldivar contradicted Dr. Cohen’ sdetermination that Claimant’ sstrokedid
not cause his obstructive impairment by citing a medical study of eight patients with hemiparesis and
comparing that study’ sfindings pursuant to observed vital capacity, residual volume and total lung capacity
to Claimant’ sobserved pulmonary functiontesting. Based on hiscomparison, Dr. Zaldivar determined that
al of Claimant’s impairment is due to the stroke.

On September 12, 2000, Dr. Zadivar was deposed (EX 17). After providing his credentials, Dr.
Zaldivar summarized the findings of his prior medical examination of the Claimant in September of 1999.
Based on his interpretation of films, Dr. Zadivar found no progression of the x-ray abnormalities between
1989 and 1999. He did find evidence of simple coal workers pneumoconiosis and that the Claimant
suffers pulmonary impairment. Dr. Zaldivar related the impairment not to the lungs themselves, but to
weakness caused by a stroke and cigarette smoking. He found no disability resulting from coa dust
exposure. Dr. Zadivar stated that he reviewed additional medical opinions and specifically disagreed with
Dr. Cohen's assessment of severe obstructive lung disease when the Claimant |eft the mines due to the
invalidity of the ventilatory test results upon which he based his opinion. Dr. Zaldivar also disagreed with
Dr. Koenig's assessment that coal mine dust induced lung disease could account for the Claimant’s
obstructive impairment after he left the mines. Dr. Zadivar found no obstruction when the Claimant quit
work in the mines or when he examined the Claimant in 1989. Instead, Dr. Zaldivar concluded that any
obstructionwas caused by the stroke and the Claimant’ s continued smoking. Dr. Zadivar aso concluded
that Claimant does not have arestrictive impairment because his total lung capacity isnormal, and attributed
Claimant’s reduced FVC to weakness in the chest muscles due to the stroke. (EX 17, p. 37).

l Although “cod workers pneumoconiosis’ may be used synonymously with pneumoconiosisin medical

circles, the two terms are distinct legally.” Hobbsv. Clinchfield Coal Co., 45 F.3d 819, 821 (4" Cir. 1995).
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On November 10, 1999, Dr. Shawn Chillag, who is board-certified in internal medicine and
geriatrics, reviewed the medical reports of Drs. Stewart, Fino, Rasmussen, and Zadivar, in additionto a
deposition of Dr. Fino and three chest x-rays (DX 39). Based on his review of this evidence, he
concluded thatthereis sufficient objective evidenceto judtify adiagnosis of coal workers’ pneumoconiosis,
and that the Claimant has pulmonary impairment related to a stroke and possibly cigarette smoking. Inhis
opinion, the Claimant is totally and permanently disabled due to his stroke and vascular disease whichare
unrelated to his Smple coal workers’ pneumoconiosis. Dr. Chillag does not believe there has been any
material change in the Claimant’s pulmonary function since 1992.

Dr. Chillagreviewed additional medical evidence on June 29, 2000 (EX 7). Dr. Chillag reviewed
the medical reports of Drs. Fino, Cohen, Stewart, Castle, Morgan, Spagnolo, and Rasmussen, in addition
to the deposition of Dr. Wiot. He also reviewed the results of two chest x-rays from September 8, 1999
and September 20, 1999. Dr. Chillag pointed out that because of the Claimant’s stroke and left sided
paralysis, pulmonary testing has become difficult and problematic to quantify. He believes that Claimant
does have some pulmonary impairment related to muscular weakness from his stroke and cigarette
smoking. He found the Claimant is unable to do hisregular coal miningjob. Inhisopinion, the Claimant’s
total disability isunrelated to his smple coa workers' pneumoconiosis. On August 28, 2000, Dr. Chillag
affirmed his June 29, 2000 medical opinions after reviewing Dr. Koenig's August 21, 2000 medical report
and two chest x-rays (EX 15).

On November 23, 1999, Dr. Bruce N. Stewart reviewed specified medical evidence (EX 4). He
reviewed a history of thirty-one years of coal mine employment, lagly as a track man and motorman, a
history of smoking approximately one-half pack of cigarettes beginning at age twenty-two and quitting in
1990, amedical history, ten x-ray readings of three chest x-rays, two pulmonary function studies dated
January 20, 1999 and September 8, 1999, and two blood gas studies of the same dates. Dr. Stewart also
reviewed the medical reports and depositions of Drs. Rasmussen, Zaldivar, Chillag, and Fino. Based upon
his review of the medical evidence, Dr. Stewart found sufficient evidence to justify a diagnosis of coal
workers' pneumoconiosis. Hea so found that Claimant does have respiratory impairment, and agreed with
Drs. Fino and Zadivar that the most likely cause of this impairment was the Claimant’s stroke in 1981.
Dr. Stewart concluded that the Claimant is totally and permanently disabled secondary to the crippling
stroke that occurred in 1981 leaving him with paralysis of the left arm and leg. He found no evidence of
a disabling lung disease and further opined that if the Claimant had not had the stroke, he would have
retai ned sufficient lung capacity to continue his prior miningduties. Dr. Stewart isboard-certifiedininternal
medicine and pulmonary disease.

Dr. Stewart reviewed additional medical evidence on July 6, 2000 (EX 9). The new evidence
included nine readings of two chest x-rays, the deposition of Dr. Wiot, and the medica reports of Drs.
Chillag, Fino, Castle, Cohen, Morgan, Spagnolo and Rasmussen. After reviewing the above medical
evidence, Dr. Stewart affirmed his diagnosis of simple coa workers' pneumoconiosis based on a history
of working in the coal minesand chest x-ray reports. Hisopinion that Claimant did not have any significant
respiratory impairment prior to his stroke remained unchanged. He concluded that thereis no objective
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evidence to suggest that there is any obstructive lung disease caused by coal workers' pneumoconiosis.
Dr. Stewart concluded that there has been no significant material change in Claimant’ s conditionsince 1992
and that Claimant is totaly and permanently disabled due to his stroke, not due to coal workers
pneumoconiosis or smoking.

Dr. Stewart reviewed Dr. Koenig’'sAugust 21, 2000 medical report on September 11, 2000, and
stated that his prior medical opinions remain unchanged (EX 18). Hedid add, however, that Claimant has
experienced a decrease in lung function since 1992. He attributed this change to a continued smoking
habit, which has lead to the progression of chronic obstructive pulmonary disease. He reiterated that the
change was not due to coal workers’ pneumoconiosis or coal dust inhalation. Dr. Stewart agrees that
pneumoconiosis can cause obstructive lung disease, but does not feel it is the case here. Although he
believes that pneumoconiosis can progress after leaving the coal mines, he does not believe it would cause
the loss of lung function demonstrated in Claimant’s case.

Dr. Gregory J. Fino reviewed specified medical evidence on November 23, 1999 (DX 40). He
considered a medical history; a history of thirty-one years of coal mine employment, lastly as atrack man,
motorman and mainline motorman, and a smoking history of one package of cigarettes per day for many
years before quitting in 1981. He also reviewed the medical reports of Drs. Chillag, Zadivar, Fino, and
Rasmussen, and the results of elevenreadings of three chest x-rays, 9x pulmonary functionstudiesand four
blood gas studies. Dr. Fino diagnosed simple coal workers pneumoconiosis. He noted that there is
respiratory impairment present due to weakness caused by a stroke and suspected smoking. From a
respiratory standpoint, Dr. Fino stated that the Claimant is disabled fromreturning to his last mining job or
ajob requiring smilar effort. But, Dr. Fino concluded that coal mine dust inhalation neither caused nor
contributed to this disability. The Claimant, he opined, would be as disabled had he never stepped foot
inthe mines. Dr. Fino is board-certified in internal medicine and pulmonary disease.

On July 20, 2000, Dr. Fino reviewed additional medical records (EX 12). Dr. Fino considered
elevenreadings of two chest x-rays, the medical reports of Drs. Chillag, Stewart, Castle, Cohen, Morgan,
Spagnolo, Rasmussenand Wiot, two pulmonary function studies and two blood gas studies. Based on his
review of the additional medical evidence, Dr. Fino stated his prior medica opinions remain unchanged.
He also reviewed a number of articles regarding coa mine dust inhalation and obstructive lung disease as
cited by Drs. Cohenand Rasmussen. He noted that there is a difference between clinical significance and
datigtical significance. In his opinion, the articles show a statistically significant obstructive abnormality in
some miners, but no clinical significance. Moreover, according to his interpretation, none of the articles
show that the obstruction causes a clinically significant impairment or disability.

Dr. Fino prepared a supplemental report on August 30, 2000, based onhisreview of Dr. Koenig's
August 21, 2000 report (EX 13). The medical report did not change his opinion that Claimant has simple
coal workers' pneumoconiosis, and that the Claimant’ s disabling respiratory impairment developed due
to weakness from a stroke and suspected smoking.
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Dr. James R. Castle reviewed medical evidence on December 6, 1999 (EX 4). He considered
thirty-three years of coal mine employment in the underground mines as a track man and motorman, a
history of smoking one-half to one pack of cigarettes per day for twenty years, a medical history, nineteen
reports of eight separate x-rays, ten pulmonary function studies, and eight blood gas studies. Dr. Castle
also considered the medical reports of Drs. Larson, Horsman, Kress, Daniel, Zadivar, Chillag, Stewart,
Fino, and Rasmussen. He found radiographic evidence of simple coal workers' pneumaoconiosis, but no
evidence of complicated pneumoconiosis. He diagnosed mild obstructive airway disease as aresult of a
long and extensive tobacco smoking habit. He found Claimant to have mild respiratory impairment based
on the obstructive airways disease and muscular weakness due to previous cerebrovascular accident. In
his opinion, the Claimant retains the respiratory capacity to perform his usual coal mining employment
duties. Dr. Castle further found that the Claimant is not permanently and totally disabled as aresult of coal
workers' pneumoconiosis or any other process arising fromhis coal miningemployment. He did find that
Claimant is permanently and totally disabled as aresult of hisprevious cerebrovascular accident and severe
peripheral vascular disease, both diseases of the genera public and unrelated to coal mining employment
or coal dust exposure. Dr. Castleis board-certified in internal medicine and pulmonary disease.

Dr. Castle aso reviewed additional medical evidence on July 14, 2000 (EX 10). His review
included medical reviews by Drs. Chillag, Fino, Stewart, Cohen, Morgan, Spagnolo, and Rasmussen, a
depositionof Dr. Wiot on May 31, 2000, and six readings of a September 8, 1999 chest x-ray. Fromhis
review of this additional medical evidence, Dr. Castle stated that nothing altered any of his opinions
previously stated in his December 6, 1999 report.

In asupplemental report dated August 30, 2000, Dr. Castle stated, based upon his review of Dr.
Koenig' sreport dated August 21, 2000, that his original opinions remain entirely unchanged (EX 14). Dr.
Castle opined that the miner’s elevated carboxyhemoglobin level showed that he was till smoking, and
stated that evenif he were smoking one-half pack aday, givinghimat |east a twenty-five pack-year history,
it would be significant enough to develop chronic obstructive pulmonary disease. He noted a normal
diffusing capacity after correction for alveolar volume. In his opinion, Dr. Zadivar's pulmonary function
study showed a normal total lung capacity and no evidence of arestrictive lung disease, clearly indicating
that the reduction in FVC and FEV 1 were primarily related to muscle weakness rather than intrinsic lung
disease. In his opinion, the Claimant would not have normal total lung capacity if he had restrictive lung
disease due to pneumoconiosis. He found amild obstructive lung disease which manifested eighteen years
after he ceased mining, and because there was no corresponding progression of the pneumoconiosis by
x-ray, Dr. Castle fdt that ongoing cigarette smoking is the cause of the obstructive defect. Dr. Castle
agreeswith Drs. Morgan, Fino, and Zaldivar that the airway obstruction is related to smoking. Dr. Castle
disagrees with Dr. Koenig' s reasoning. He reaffirmed that the Claimant’s mild emphysemais due to his
ongoing and extensive smoking history.

Dr. Castle was deposed on August 30, 2000 (EX 16). Dr. Castle summarized his medical
credentids and affirmed his findings as provided in his medical reports dated December 6, 1999, July 14,
2000 and August 30, 2000. Dr. Castlestated that he also had an opportunity to review additional medical
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reports by Drs. Chillag, Morgan, Stewart, Spagnolo, Zadivar, Fino and Koenig. After reviewing the
additional reports, Dr. Castle disagreed with Dr. Koenig' sfinding that the Claimant’ s impairment was due
to both coal dust exposure and cigarette smoking. Dr. Castle opined that the medical evidence clearly
shows that Claimant did not have a disabling respiratory impairment when he left the mining industry and
had a cerebrovascular accident. He pointed out that the Claimant’ scoal workers' pneumoconiosis has not
at al progressed radiographically since he left the coal mines, but the development of a mild to moderate
degree of airway obstructionand pulmonary emphysema have developed.® Dr. Castle concludesthat these
conditions are not related to anything but an ongoing smoking habit.

Dr. Wiot, who is a board-certified radiologist, was deposed on May 31, 2000, at which time he
provided his credentials, reiterated the results of his medical review, and discussed other evidence (EX 6).
Based on his review of x-rays dated August 16, 1989, September 8, 1999 and January 20, 1999, Dr.
Wiot found evidence that Claimant has ssmple coal workers' pneumoconiosis. He did not find evidence
of complicated coal workers' pneumoconiosis. Dr. Wiot explained the difference between coalescence,
which he observed in Claimant’s x-rays, and lesions of complicated pneumoconiosis (EX 6, p. 29-30).

On March 19, 2000, Dr. W.K.C. Morgan reviewed medical evidence (EX 3). He considered
the medical reports of Drs. Rasmussen, Bassali, Horsman, Larson, Previll, Hayes, Danidl, Kress, Zadivar,
Chillag, Stewart, Fino, Patel, Meyer, Wiot, and Castle, which included the results of chest x-rays,
pulmonary function studies and blood gas studies; a history of smoking one-half pack of cigarettes a day
for twenty years; and thirty-four to thirty-five years of coal mine employment asamotorman. Dr. Morgan
found sufficient evidence to judtify a diagnosis of some form of pneumoconiosis induced by hiswork in the
coal mines. However, he opined that the pneumoconiosis has not produced any pulmonary or respiratory
impairment. In hisopinion, Claimant istotally disabled on account of a stroke he suffered in 1981 after
leaving hiswork in the coal mines, which prevents him fromworking. Dr. Morgan found mild to moderate
alrways obstruction as a result of the Claimant’s smoking habit.

Dr. Morgan reviewed additional evidence on July 2, 2000, including the reports of Drs. Cohen,
Spagnolo, and Rasmussen, a chest x-ray reading of September 8, 1999, and a deposition taken of Dr.
Wiot on May 31, 2000 (EX 8). He felt the additional data confirmed his opinion that although Claimant
has simple coa workers pneumoconiosis, his respiratory impairment is related to his stroke and cigarette
smoking. He stated that the Claimant’s condition has materially changed since 1992, as his lung function
hasdeclined. However, he reaffirmed his earlier medical opinions in stating that the decline in lung function
isadirect consequence of the Claimant’s stroke and cigarette smoking, not exposure to coal dust.

Dr. Samuel V. Spagnolo reviewed specified medical evidence on March 19, 2000 (EX 3). He
considered amedical history, symptoms, including shortness of breath, coughing and some dizziness, a

8 Dr. Castle acknowl edged that while several other interpreting radiologists and B-readers found coalescence, he
simply does not consider coalescence a progression (Ex 16, p. 37).
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history of thirty-one years of coal mine employment, lastly asa mainline motorman, and a smoking history
of one-half package of cigarettes per day for approximately twenty years. He also reviewed the medical
reports of Drs. Rasmussen, Horsman, Hayes, Zaldivar, Danid, Kress, Chillag, Fino, Stewart, and Castle,
whichincluded the results of chest x-rays, blood gas studies and pulmonary functionstudies. Dr. Spagnolo
found evidence of smple coa workers' pneumoconiosis, but opined that the Claimant does not have any
pulmonary or respiratory impairment attributable to pneumoconiosis or coal dust exposure related to his
prior coa mining job. He opined that Claimant could have performed his prior coal mine job before his
stroke. Dr. Spagnolo noted that the Claimant’s 1981 stroke resulted in severe weakness of the entire left
side of the Claimant’s body. He opined that Claimant’s stroke, not his lung function, is the cause of the
Claimant’s inability to perform heavy labor or perform his prior coal mining job. Dr. Spagnolo is board-
certified in internal medicine and pulmonary diseases.

Dr. Spagnolo reviewed additionalevidence on July 9, 2000 consisting of medical reportsfromDrs.
Morgan, Cohen and Rasmussen, a May 31, 2000 deposition of Dr. Wiot and six additional chest x-rays
(EX 10). Dr. Spagnolo stated that his prior opinion concerning Claimant remained unchanged. Although
the Claimant has simple coal workers' pneumoconiosis, Dr. Spagnolo affirmed his earlier medica opinion
that any impairment would be the result of the 1981 stroke.

On September 9, 2000, Dr. Spagnolo provided a supplemental report based on a review of a
medical report of Dr. Koenig and two additional chest x-rays (EX 18). He concluded that Claimant has
ample coalworkers’ pneumoconiosis, but doesnot have a pulmonary or respiratory impairment attributable
to a pneumoconiosis. Hefurther found that neither the Claimant’ s coal dust exposure nor hiscoa workers
pneumoconiosis have contributed to his current medical conditions. Dr. Spagnolo disputed the validity of
the pulmonary function test results relied upon by Dr. Koenig, and therefore he would not agree with Dr.
Koenig's assessment of the Claimant. Based on the lack of clinical lung disease by physical examination
and normal lung functionand blood gas values obtained in 1980, Dr. Spagnolo stated that Claimant did not
have a respiratory impairment prior to his stroke in November of 1981.

On January 12, 2000, Dr. Robert Cohen reviewed medical records, including numerous x-ray
interpretations from 1979 through 1999, the January 20, 1999 and September 8, 1999 x-rays, and the
reportsof Drs. Stewart, Fino, Chillag, Kayi, Zaldivar, Rasmussen, Meyer, Castle, Morgan, and Spagnolo
(CX 2). After considering the Claimant’s symptoms, employment history, medical history, and smoking
history of one-half to one pack of cigarettesaday for forty-seven years, ending in 1987 but continuing to
smoke at the rate of one to two cigarettes per week, Dr. Cohen opined that the Claimant suffers from
smple pneumoconiosis. He further opined that the Claimant’ s thirty-three years of coal mine employment,
alongwith histwenty-four to forty-eight pack-yearsof smoking, significantly contributed to the devel opment
of his severe obstructive lung disease and severe diffusion impairment. He explained that the Claimant’s
pulmonary impairment clearly progressed from mild to severe, as did his diffusion impairment, which
progressed from74% to 33% of predicted values on his most recent pulmonary functiontest, thus disabling
him from his last coal mine job, which required extensive heavy lifting.
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Dr. Cohen aluded to medical literature in support of the proposition that coal dust exposure can
cause obstructive pulmonary disease and lead to significant impairment. He specificaly cited a study that
showed one pack year of smoking causes a degree of impairment similar to one year of underground coal
dust exposure. Dr. Cohen declared that Dr. Morgan’s opinion that Claimant’s pulmonary impairment
cannot be due to coal dust exposure because it progressed after mining stopped is contrary to the medical
literature. Therefore, he opined that progression of disease after exposure ceases does not rule out coal
dust asa cause of impairment. Dr. Cohen ruled out Claimant’ sstroke as the cause of Claimant’ sdisabling
and primarily obstructive impairment. He noted that Claimant’s impairment is mainly obstructive in nature
and that he had sgnificant diffuson impairment. Dr. Cohen then explained that the pattern of diffusion
impairment was consistent with an altered gas exchanging surface, which is a pattern that can be seenin
interstitial lung disease and emphysema, but is not one that is caused by neuromuscular disease such asa
stroke. Healso contradicted the contrary finding of Drs. Spagnolo, Fino, Zaldivar, Kress, and Chillag, who
dl concluded that Claimant’ s stroke was the cause of hisimpairment, by explainingthat“ even though stroke
can cause aredtrictive impairment with low diffusion, the associated diffusionimparment with stroke is due
to loss of volume, and has a normal D1/Va. Mr. Carson had a low D1/Va measurement on diffusion
capacity.” Dr. Cohen is board-certified in internal medicine and pulmonary disease.

On August 21, 2000, Dr. Steven M. Koenig, who is board-certified in internal medicine and
pulmonary disease, reviewed medical evidence (CX 3). He considered a smoking history spanning thirty-
seven years at a rate of one-half to one pack of cigarettes per day, and a continued habit of smoking one
or two cigarettes per week. Dr. Koenig considered an employment history of approximately thirty-five
years, amedical higtory, x-ray reports, pulmonary function and blood gas studies, and the medical reports.
Dr. Koenig determined that al of the pulmonary function studies, focusing his exposition on the tests
performed on August 16, 1989, January 20, 1999, and September 8, 1999, are valid based on their
acceptability, reproducibility, and selection. He noted that the January 1 and September 8, 1999 studies
arerepresentative of Claimant’ slung function because they are almost identical. Dr. Koenig concluded that
the Claimant’ s coal dust exposure was sufficient to cause respiratory impairment in a susceptible host. He
found severe respiratory impairment due to obstructive lung disease and respiratory muscle loss. Heopined
that the former is due to chronic obstructive pulmonary disease, including chronic bronchitis and
emphysema, and the latter is due to a cerebrovascular accident.

Dr. Koenig pointed out that pulmonary impairment secondary to a stroke results in arestrictive
impairment, while COPD leads to an obstructive impairment. Hereferred to a significant decrease in the
Claimant’s lung function between eight and eighteen years after his stroke and explained that because a
stroke exertsitsmaximumeffectonlung functionshortly thereafter, and usudly improveswithtime, thislater
decline in pulmonary function cannot have been caused by the CVA. Therefore, he disagreed with the
opinions of Drs. Stewart and Spagnolo who determined that al of Claimant’s impairment was due to his
stroke. Based on avalid 1999 pulmonary function study, he also disagreed with Dr. Stewart’ s statement
that there has been no appreciable change in the miner’s condition since 1992. Dr. Koenig believed that
the COPD would render Claimant totally disabled even if he had never suffered the stroke. While Dr.
Koenig admitted that cigarette smoking may have contributed to the COPD and consequent respiratory
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imparment, he fdt the coal dust exposure aone could also have accounted for, or at least Sgnificantly
contributed to, Claimant’ s severe respiratory impairment.

Dr. Koenig stated, “ The symptoms, pulmonary functiontests and chest x-ray appearanceof COPD
are identical whether caused by cod dust, by cigarette smoke, or by both. Thus, when a miner who has
sgnificantexposureto coal dust and to cigarette smoke develops COPD, it is oftenimpossible to determine
whether coal dust or cigarette smoke causes the COPD exclusively. In such circumstances, the only sound
medical diagnosisis that neither can be excluded as a cause, so both must be included as acause.” His
conclusions are based on numerous studiesin medical literature that he, as well as other pulmonary experts
and NIOSH, found methodologically valid , and which he believes Drs. Fino and Zaldivar ignored.

Dr. Koenig provided a supplemental opinion on October 18, 2000 (CX 5). He considered the
reports of Drs. Chillag, Spagnolo, Fino, and Stewart. He agreed that Claimant has obstructive pulmonary
functiontest results, but disagreed with Dr. Stewart about the validity of the Claimant’ s pulmonary function
studies. Dr. Koenig found the pulmonary function studiesvalid based on their acceptability, reproducibility,
and selection. He noted that Dr. Stewart’ sonly criticismwas Dr. Koenig' s use of the American Thoracic
Society’s guidelines, which he, Dr. Koenig, found more scientifically sound thanthose set by the Code of
Federal Regulations. He also asserted that the deterioration of Claimant’s post-bronchodilator FV Cisnot
indicative of lack of effort but rather indicative of a patient with asthma and chronic obstructive pulmonary
disease.

Dr. Koenig criticized Dr. Spagnol o’ s critiques of the pulmonary functionstudies and countered that
Dr. Spagnolo’s belief that atest can be invaid despite having values within 5% of each other is contrary
to medical literature and reasoned medical opinion. He pointed out that this occurred onteststakeneight
months apart. Dr. Koenig stated that respiratory muscle weakness results in restrictive, not obstructive,
impairment, and since Claimant demonstrated an obstructive impairment, the CVA cannot be the cause
thereof.

Dr. Koenig pointed out that a sgnificant decline in lung function occurred many years after the
CVA. He opined that the magjority of the Claimant’s pulmonary impairment and disability is caused by
chronic obstructive pulmonary disease, and, even discounting any pulmonary impairment caused by the
CVA, Dr. Koenig believes the Claimant would till be totally disabled from arespiratory standpoint. He
further opined that, in theory, chronic obstructive pulmonary disease could be due to cigarette smoking,
coal dust exposure, or a combination of both. Dr. Koenig referred to “ample evidence in the medical
literature that coal-dust induced COPD in non-smokers can be severe and disabling.” He stated that in
this case it isimpossible to determine whether either cause is exclusive, given extensive historiesin both
smoking and coal mine employment. Therefore, he declared that the sound medical judgment isthat neither
can be excluded. Dr. Koenig further criticized the reports of Drs. Chillag and Stewart for not citing any
medical literaturefor their position that COPD cannot be secondary to coal dust exposureif it begins years
after coal mine employment stops and in the absence of a progression of x-ray abnormdlities. Dr. Koenig
asserted that the medical literature emphasizes that coal mine dust causes clinicaly significant obstruction
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with or without cigarette smoking.

Duplicate Claim in Fourth Circuit

To assess whether a material change in conditions is established, the Adminigtrative Law Judge
must consider dl of the new evidence, favorable and unfavorable, and determine whether the miner has
proved at least one of the elements of entitlement previoudly adjudicated against him. Lisa Lee Minesv.
Director, OWCP, (Rutter), 86 F.3d 1358, 20 B.L.R. 2-227 (4" Cir. 1996) (en banc). Those elements,
which Claimant must prove by a preponderance of the evidencein order to establish entitlement to black
lung benefits are: (1) the miner has pneumoconiosis; (2) the pneumoconiosis was caused by coa mine
employment; (3) the miner is totally disabled; and (4) the miner’s disability is caused by pneumoconiosis.
See Trent v. Director, OWCP, 11 B.L.R. 1-26 (1987); Gee v. W.G. Moore & Sons, 9 B.L.R. 1-4
(1986) (en banc). Since the 1988 claim was denied on the basis that Claimant failed to establish that his
totally disabling respiratory impairment was due to pneumoconiosis, this tribunal must determine whether
the evidence submitted since that denial now establishes that element of entitlement. If it does, Claimant
has established a material change in conditions. If it does not, the duplicate claim must be denied.

Complicated Pneumoconiosis and §718.304

Section 718.304 provides anirrebuttable presumptionof total disability due to pneumoconiosis if
the miner is suffering from a chronic dust disease of the lungs of an advanced degree frequently referred
to as complicated pneumoconiosis. SeeUsery v. Turner Elkhorn Mining Co., 428 U.S. 1,7,11 (1996);
Eastern Associated Coal Corp. v. Director, OWCP, 220 F.3d 250, 255 (4" Cir. 2000). Section
718.304 sets out three manners in which a Claimant may establish the existence of complicated
pneumoconiosis: 1) diagnosis by x-ray yielding one or more large opacities classified in Category A, B, or
C; 2) diagnosis by biopsy or autopsy yielding massive lesions in the lungs, or 3) whendiagnosis by means
other thanthose specified by (a) and (b), would be a conditionwhich could reasonably beexpectedtoyidd
the results described in paragraph (a) or (b) had diagnosis beenmade as therein described. Any diagnosis
made under paragraph (c) must accord with acceptable medical procedures. §718.304(c). The Board has
held that §718.304(a)-(c) does not provide alternative means of establishing the irrebuttable presumption
of total disability due to pneumoconiosis, but rather requires the administrative law judge to first evaluate
the evidence in each category, and then weigh together the categories at §718.304(a)-(c) prior to
invocation. Melnick v. Consolidation Coal Co., 16 B.L.R. 1-31 (1991) (en banc); Seealso DennisE.
Keenev. G & A Coal Co., BRB No. 96-1689 BLA-A (September 27, 1996) (unpublished). Sinceno
biopsy or autopsy evidence is of record, this tribuna examined the x-ray evidence for complicated
pneumoconiosis under part (a) and equivalent diagnostic evidence under part (c).

Dr. Patel, a B-reader and board-certified radiologist, interpreted the January 20, 1999 x-ray as
reveding a sze A large opacity classifiable as complicated pneumoconiosis and coalescence of small
opacitiesin the left upper lung zone (DX 15, 16). Drs. Navani, Ranavaya, Cohen, Alexander, Wiot, and
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Meyer reread the film, and, adthough dl of them found the existence of either category one or two
pneumoconiosis with coalescence, none described the existence of a Sze A large opacity. Dr. Wiot
explained the difference between lesons of complicated pneumoconiosis and coal escence during his May
31, 2000 deposition (EX-6). Dr. Wiot explained that coal escence appearsasa* haziness of noduleswhich
have cometogether,” whereascomplicated | esions/opacities are associated with cicatricial emphysemaand
tend to have an irregular shape in which one cannot see individua nodules. He further explained that the
complicated lesion has a different appearance primarily because its pathology conssts of “little
emphysematous areas” around the opacity which are irregular and have little strands extending out from
them. None of the aforementioned physicians commented in regard to whether lesions of complicated
pneumoconiosis can form from the coalescence; however, Dr. Wiot distinguished Claimant’s observed
coal escence from complicated lesions, explaining that the individua smal opacitieswere visible and there
were no visible indications of cicatricia emphysema.®

The September 8, 1999 x-ray was interpreted by eleven different physicians, eight of whom are
dudly qudified board-certified radiologists and B-readers, and none of these physicians found large
opacities. Only six physicians observed coalescence. Dr. Castle was not one of those six. In his August
30, 2000 deposition, Dr. Castle explained that lesions of complicated pneumoconiosis can be formed by
the coal escence of small opacities (Ex 16). However, he did not opine that this form of progression had
occurred in the Claimant’s lungs, nor did any of the other physicians. Even accepting Dr. Castle's
statement that coal escence can result in lesions of complicated pneumoconiosis, because no physician
reviewing either the January 20, 1999 or the September 8, 1999 x-rays formed an objective or reasoned
opinion that this progression occurred in the Claimant, this tribuna finds that this x-ray evidence, and
therefore the x-ray evidence as whole, does not indicate the presence of complicated pneumoconioss.
Since there is no evidence that the coalescence observed is tantamount to a finding of lesions of
complicated pneumoconiosis, and several quaifiedboard-certified radiologistsand B-readers agree onthis
point, this tribunal finds that Claimant has not proved the existence of complicated pneumoconiosis under
parts (a) or (c) of §718.304. Cranor v. Peabody Coal Co., 22 B.L.R. 1-1 (1999) (en banc on recon.);
Sheckler v. Clinchfield Coal Co., 7B.L.R. 1-128 (1984); Worhachv. Director, OWCP, 17 B.L.R. 1-
105 (1993).

Of the examining physicians, only Dr. Rasmussen diagnosed complicated pneumoconiosis. He
based his finding on Dr. Patel’ sx-ray interpretationand Claimant’s thirty-one or more years of coal mine
employment (DX 11). Because the vast mgjority of the best qualified physicians did not find complicated
pneumoconiosis, because Dr. Rasmussen’'s finding is based on the sole x-ray interpretation finding
complicated pneumoconiosis, and because none of the other examining or reviewing physicians found
complicated pneumoconiosis, this tribunal finds that Claimant has failed to establish the existence of

9 LikeDr. Patel, Drs. Navani, Alexander, Wiot, and Meyer are dl dualy qualified board-certified radiologists and
B-readers. Drs. Ranavaya and Cohen are B-readers. Additiondly, the record indicates that Drs. Wiot and Meyer are
professors of radiology.
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complicated pneumoconiosis pursuant to §718.304(c). Accordingly, upon consideration of al of the
pertinent evidence regarding Claimant’ spneumoconiosis, thistribunal findsthat the record does not support
afinding that Claimant’ s pneumoconiosis has advanced to the point whereit is classifiable as complicated
pneumoconiosis. Therefore, Claimant isnot entitled to invoke the irrebuttable presumption of §718.304.

Total Disability and Causation

A claimant must establish, by a preponderance of the evidence, that he istotally disabled due to
pneumoconiosis. See Geev. W.G. Moore & Sons, 9 B.L.R. 1-4 (1986). To establish suchtotd disability,
a clamant must prove that his pneumoconioss prevents him from engaging in either his usual coal mine
work or comparable and gainful work as defined in Section718.204. Amended §718.204(c)(1) codifies
the relevant case law, and reguires the miner to establish that his pneumoconiosis is a substantially
contributing cause of his totaly disabling respiratory or pulmonary impairment. Pneumoconiosis is a
“substantiadly contributing cause” of the miner’s disability if it has a material adverse effect on the miner’s
respiratory or pulmonary condition, or it meteridly worsens a totdly disabling respiratory or pulmonary
impairment which is caused by a disease or exposure unrelated to coal mine employment.
8718.204(c)(1)(i) and (ii). A claimant cannot establishdigibility for benefitsif he would have been totaly
disabled “to the same degree [and] by the same time in his life had he never been a miner.” Milburn
Colliery Co. v. Hicks 138 F.3d 524, 534 (4'" Cir. 1998), quoting Dehue Coal Co. v. Ballard, 65 F.3d
1189, 1196 (4™ Cir. 1995).

Dr. Rasmussen opined that the Claimant’s coal mine dust exposure played a major role in his
disabling respiratory impairment. Dr. Cohen opined that both the Claimants coal mine dust exposure and
cigarette smoking have contributedto hisrespiratory impairment. Dr. Koenig asserted that Claimant’ s coal
dust exposure done could have accounted for, or at least Sgnificantly contributed to, his severerespiratory
impairment. Dr. Zaldivar opined that none of Claimant’s impairment was due to pneumoconiosis or any
chronic dust disease of the lungs caused by coal mine employment. He attributed the disability to the
Claimant’ sstroke, peripheral vascular disease, and continued smoking. Dr. Chillag opined that Claimant’s
pulmonary impairment is related to his stroke and possibly cigarette smoking, but is unrelated to coal
workers' pneumoconiosis. Dr. Stewart opined that the Claimant’s impairment is most likely due to his
stroke and continued smoking. Dr. Fino attributed the Claimant’s disability to weakness caused by his
stroke and to his suspected smoking. He stated that coal mine dust inhalation neither caused nor
contributed to the Claimant’ sdisability. Dr. Castle opined that Claimant is not totally disabled as a result
of coal workers' pneumoconiosis. He found only a mild degree of pulmonary emphysema, which he
attributed to smoking, and some respiratory impairment due to muscular weakness caused by Claimant’s
stroke. Dr. Morgan asserted that Claimant isdisabled by hisstroke, that he hasamild to moderate airways
obstruction due to smoking, and that pneumoconiosis has not produced any pulmonary impairment. Dr.
Spagnolo opined that the Claimant has no pulmonary or respiratory impairment due to pneumoconiosis,
he ascribed the miner’ s inability to work to his stroke.
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Initidly, this tribunal recognizes that Drs. Cohen, Koenig, Fino, Stewart, Castle, Spagnolo, and
Zadivar are dl board-certified in both internal medicine and pulmonary disease. Dr. Chillag is board-
certified in both internal medicine and geriatric medicine, while Dr. Rasmussenis board-certified in internal
medicine. Dr. Morgan's certification is from England and Canada, but his curriculum vitae indicates
expertiseinthe fidd of pulmonary disease. Therefored| of the physicians' opinionsmerit substantial weight
based on their credentials. Scott v. Mason Coal Co., 14 B.L.R. 1-38 (1990); Wetzel v. Director,
OWCP, 8 B.L.R. 1-139 (1985).

The primary cause for disagreement between Drs. Rasmussen, Cohen, and Koenig, on one side,
and Drs. Fino, Stewart, Castle, Spagnolo, Zaldivar, Chillag, and Morgan, on the other side, is that the
former physicians have concluded that the Claimant’s pneumoconiosis has, in addition to his stroke and
smoking history, caused respiratory disability, while the latter doctors reasoned that the stroke, in
combination with Claimants smoking habit, is solely responsible for his disability. This disagreement has
resulted in an overwhelming number of opinions primarily focused onthe body of medical literature related
to pneumoconiosis and the etiology of respiratory and pulmonary impairments. While the regulations
provide clarification within medical literature and term usage, resolution of the issue of causation depends
uponeva uationofthe most credible, documented and reasoned medical opinions of record.*® Underwood
v. Elkay Mining, Inc., F.3d 946, 949 (4™ Cir. 1997) (The ALJ is entrusted with the authority to “ evaluate
the evidence, weight it, and draw hisown conclusions.”); ISand Creek Coal Co. v. Compton, 211 F.3d
203, 211 (4™ Cir. 2000) (“When the ALJ s presented with conflicting medical evidence and conflicting
expert opinions, it is the province of the ALJ to evaluate the physicians' opinions.”)

The evidence indicates that Claimant suffers from amild to severe respiratory impairment that is
now primarily obstructive in nature and has progressed since Claimant left the minesin 1981, in addition
to having category 1 or 2 radiographic evidence of clinical pneumoconiosis. Claimant’simpairment hasa
restrictive element which haslargely dissipated since Claimant’s stroke and in the presence of the primary
obstructive impairment ( see CX 2, p. 7-10; EX 17 p. 37-39; DX 43-26). Without discussing etiology,
it isimportant to note that the amended regulations explicitly acknowledge that both forms of impairment
are congstent with the conditions classifiable as pneumoconiosis. “Lega pneumonoconiosis’ includesany
chronic lung disease or impairment and its sequelae arising out of coal mine employment, and includes, but
is not limited to, any chronic redtrictive or obstructive pulmonary disease arising out of coa mine
employment. §718.201(a)(2). Furthermore, pneumoconiosis is recognized as a latent and progressive
disease which may first become detectable only after the cessation of coal mine dust exposure.
§718.201(c). By amending the regulationsto explicitly include obstructive pulmonary diseases arising out
of coal mine employment within the definition of pneumoconios's, the Department of Labor intended to
“diminate the need for litigation of this issue on a claim-by-claim basis, and render invalid as inconsistent

10" A “documented” opinion is one that sets forth the clinical findings, observations, facts, and other data upon
which the physician based the diagnosis. Fieldsv. Iand Creek Coal. Co., 10 B.L.R. 1-19 (1987). A “reasoned’
opinion is onein which the administrative law judge finds the underlying documentation and data adequate to
support the physician’s conclusions. 1d.
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with the regulations medical opinions which categoricaly exclude obstructive lung disorders from
occupational ly-related pathologies’ in accordance with well established legal principles. 65 Fed. Reg.
79,938 (December 20, 2000).*

In evaluating the physicians' opinions, adjudicators must bear in mind that medica professionals
generaly usemedical terms of art, not legal ones. Compton v. BethEnergyMines, Inc., 1998-B.L.A.-14
(1998) (citing Robertsv. West Virginia C.W.P. Fund, 20 B.L.R. 2-69 (4™ Cir. 1996). To physicians,
“pneumoconiosis’ isasngle disease, arising inwhole froma specific cause (dust exposure), and producing
acharacteristic form of pulmonary damage. 1d. To the law, “pneumoconiosis’ isanarray of diseases or
effects, arisnginwhole or in part from dust exposure, and the form of pulmonary damage isirrelevant, so
long as some impairment arises from it. 1d.

Based on his review of medical records, Dr. Fino determined that Claimant has experienced a
declinein lung functionsince 1981 with a obstructive component that renders him totally disabled. (DX 40).
He did not attribute Claimant’ s loss in lung function to pneumoconiosis or coal dust inhalation because he
maintains that “athough coal workers' pneumoconiosis can be progressive, it is characterized by a
worsening chest film.” He therefore concluded that the observed decrease in FEV1 and FVC was
attributable to Claimant's 1981 stroke, which “caused weakened respiratory muscles and is a
neuromuscular, not pulmonary, condition.” He later added smoking as an etiologic factor (EX 13). Dr.
Fino assertsthat it is possible to differentiate the obstruction caused by coal mine dust from the obstruction
caused by other factors such as smoking and asthma because the medical literature he credits does not
support the conclusion that coal mine dust inhalation causes adinicaly significant reduction in FEV1 (EX
12).

In his opinion of July 20, 2000, Dr. Fino reviewed medical literature in support of his opinions.
Dr. Fino’ sopinions and conclusions drawn from specified medical literature, however, areinconsistentwith
the findings made by the Department of Labor upon its review of the medical literature and case law in
amending the regulations. Moreover, Dr. Fino presented the same opinions to the Department of Labor
during the rule making leading up to the amendment of the regulations, and the Department rejected his
findings, often stating that his conclusions do not stand up to scrutiny and citing medical literature to the
contrary. See 65 Fed. Reg. 79,938 - 79,943 (December 20, 2000). Thus, this tribund finds that the
studies relied upon by Dr. Fino in reaching his conclusions have been refuted by medical literature and
reasoning relied upon and employed by the Department of L abor, whichis deemed to be a more impartial
and reliable evaluative source focused on the public interest rather than the perspective of a private party.
Whereas Dr. Fino believes the relaionship between chronic obstructive lung disease and coa dust
inhaation is not clinicaly significant, the Department of L abor has found upon review of medical evidence

1 The Department of Labor acknowledgesthat its position “is consistent with the growing body of case law

recognizing that obstructive lung diseases can arise from coa mine dust exposure.” 65 Fed. Reg. 79,943 (December
20, 2000).
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and case law, and the amended regulations reflect, that “thereis aclear relationship between coal mine dust
and COPD and lung dysfunction, and that relationship is likely to be stronger than what we are able to
measure.” 1d. at 79,939.*2 Because Dr. Fino's opinion in this case categorically excludes the possibility
that Claimant’ sdisabling obstructive lung impairment is due to his occupational exposure to coal dust, and
thus isinconsistent with the established premises of the regulations, it is entitled to little weight. 65 Fed.
Reg. 79,938 (December 20, 2000)

Of the remaining opinions of record, thistribuna finds the opinion of Dr. Koenig most persuasive,
asit is documented, based on objective evidence, well supported by extensive medical literature, some of
which provides the premises supporting the amended regulations, and is especially well-reasoned in light
of the Claimant’scomplex medical condition. Drs. Rasmussen’s and Cohen’s reports are also deserving
of substantial weight. Both physicians provided well-reasoned opinions. They documented the objective
evidence and explained their conclusions in reference to Claimant’s multiple and medicaly significant
conditions and the medical literature endorsed by NIOSH.

Determining the etiology of Claimant’ sdisabling respiratory conditionis complicated by the effects
of his 1981 stroke. All of the physicians agree that a stroke can cause pulmonary impairment that is
secondary to respiratory muscle weakness. Therefore, any disability caused by the stroke must be
accounted for in order to determine whether or not Claimant’s pneumoconiosis is a “substantially
contributing cause” of his totally disabling respiratory or pulmonary impairment.®® The Department of
Labor, asreflected by the amended regul ations, maintains that nonrespiratory or pulmonary disabilitiesmay
co-exist with total disability due to pneumoconiosis. 65 Fed. Reg. 79,947.

Dr. Spagnolo did not find that Claimant has a respiratory impairment and concluded that any
deterioration in lung function is due to the normal aging process (EX 3). He based his conclusion on the
absence of interstitial lung disease and lack of clinical lung disease by physical examination. Through all of
hisreports, Dr. Spagnolo reiterated hisopinion that Claimant’s debilitating condition caused by the stroke
prevents him from performing vaid spirometry, and, therefore, the only reliable indicator of Claimant’s
condition are arterial blood gas studies, which have remained unchanged over the years (EX 10). Dr.
Stewart is in agreement with Dr. Spagnolo, as he too believes that Claimant’s disability is entirely
attributable to the stroke, and that the disability is muscle weakness as opposed to respiratory impairment

2 pr. Koenig also found Dr. Fino's conclusions flawed and refuted his findings, often citing the same studies

relied upon by the Department of Labor in amending the regulations and (CX 3).

1B n Vigna, the Seventh Circuit held that the miner’ s entitlement to benefits was precluded by his disabling
stroke because the stroke was unrelated to coal mine employment and occurred before any evidence that the miner
was disabled by pneumoconiosis. Peabody Coal Co. v. Vigna, 22 F.3d 1388 (71" Cir. 1994). The Department of
Labor, and, more recently, the Benefits Review Board, have disagreed with Vigna, with the former atering
§718.204(c) to emphasi ze its disagreement with the opinion’ s holding, which applies only to the Seventh Circuit. 65
Fed. Reg. 79,946-7; Oscar Ettersv. Peabody Coal Co., BRB No. 99-0352 BLA (August 30, 2001).
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(EX 4, 9, 18).** Drs. Rasmussen, Cohen, and Koenig, however, explained that Claimant’s pulmonary
functionstudieshave demonstrated anobstructive respiratory deteriorationsince atleast 1992 whichcannot
be explained by the stroke, because CV Asresult in restrictive impairment, and the impairment caused by
strokes peaks shortly after the event and then usualy improves™ As demonstrated by Dr. Cohen,
Claimant’s pulmonary function studies indicate this very progression (CX 2). Moreover, Drs. Spagnolo’s
and Stewart’s opinions are further refuted by Dr. Koenig, who pointed out that the reproducibility of
consistent results belies the assertion that Claimant’s CVA weakens him to the point where he cannot
provide vdid pulmonary function testing results. Therefore, because Drs. Spagnolo’s and Stewart’s
opinions were refuted by Drs. Koenig, Cohen and Rasmussen, their opinions are entitled to little weight.

Most persuasive in Dr. Koenig's opinion is his use of pulmonary function testing to explain the
effect of Claimant’s stroke on Claimant’s total disability, and his calculation of Claimant’s loss of lung
functiondue to the stroke. Dr. Koenig noted that, because astroke exertsits maximum effect (arestrictive
one) on lung function shortly after it occurs, and the effect on lung function often improves with time,
Claimant's 1981 stroke would not account for his later decline in pulmonary function (CX 3).
Incorporating this fact with the objective evidence of Claimant’s pulmonary function studies, Dr. Koenig
drew the conclusionthat “ because Mr. Carson’ s pulmonary functiontests were obstructive, not restrictive,
because both the DLCO and D/VA were diminished and because a significant decline in lung function
occurred many years after Mr. Carson's CVA, a CVA can not explain dl of Mr. Carson’s pulmonary
impairment.” Id. at 5. Using the Claimant’s observed declinein FEV 1, Dr. Koenig determined that the
stroke resulted in a FEV1 loss of 0.45L (Liters). What thisloss demonstrates is that, but for Claimant’s
1981 stroke, his FEV1 would have been 0.45L larger, and, even accounting for the 0.45L, i.e., even if
Claimant had never had a stroke, Claimant would still be totally and permanently disabled by pulmonary
causes (CX-3, 5). In conclusion, Dr. Koenig's opinion provides areasoned and documented accounting
for Claimant’s lung function loss attributable to his stroke. Given that none of the other physicians found
fault with hisanalysis, this tribunal findsthat Dr. Koenig has convincingly determined that Claimant’ stotally
disabling pulmonary impairment is caused primarily by obstructive lung disease, and not respiratory muscle
weakness due to stroke. Accordingly, other physicians’ opinions which attribute Claimant’s obstructive
impairment to his stroke are found less persuasive.

Accounting for the effects of Claimant’s stroke allows a more definitive analyss of etiology. Drs.
Rasmussen, Cohen and Koenig opined that Claimant’s coal dust exposure, in addition to his smoking
history, at least significantly contributed to his disabling chronic obstructive impairment. Dr. Rasmussen
diagnosed Claimant withcomplicated pneumoconiosis. Whilethistribunal findsthat diagnosisunpersuasive,

1% Inhisfinal report, Dr. Stewart conceded that if he did accept Claimant’s most recent spirometry asvalid, there

would be evidence of chronic obstructive pulmonary disease attributable to smoking and a decline in lung function
since 1992.

15 Dr. Zadivar also stated, based on areview of medical literature, that strokes result in restrictive and not
obstructive impairment (EX 11).
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Dr. Rasmussen’ s explanation for Claimant’s disabling pulmonary impairment is not necessarily erroneous.
Dr. Rasmussen opined that Claimant’s significant history of coa dust exposure, which he noted primarily
occurred prior to the ingtitution of dust suppression in the mines, in conjunction with his cigarette smoking
spanning forty-sevenyears and some effects of his left hemiparesis, account for Claimant’s total disability
(DX 11). He specificaly found that Claimant’s coal dust exposure was a significantly contributing factor,
relying on medical literature endorsed by NIOSH, indicating that both coal dust and cigarette smoking are
known and potent causes of chronic obstructive pulmonary disease (CX 1). Dr. Cohen agrees that
Claimant’s substantial exposure to coal dust prior to dust control regulations, in addition to his lengthy
smoking history, was significantly contributory to the development of his severe obstructive lung disease
and severe diffusion impairment (CX 2). Dr. Cohen recognized that pulmonary function studies have
conggtently shown impairment, even before Claimant’s 1981 stroke. Dr. Cohen noted that the 1980
pulmonary function test results indicated a mild restrictive impairment, which progressed to a moderate
impairment in the late 1980's, and that there is now dgnificant evidence of a primarily obstructive lung
disease. In determining that coal dust exposure contributed to Claimant’ s disabling obstructive disease,
Dr. Cohen relied upon objective evidence of Claimant’s radiographically significant pneumoconiosis, his
pulmonary functionstudies, work history, and medicalliteraturedescribing the effects of coal dust inhalation
on smoking miners like Claimant and the progressive nature of pneumoconioss.

Dr. Koenig concluded that the only sound medical diagnosis for Claimant’s disabling chronic
obstructive pulmonary disease is that neither coal dust inhaationnor smoking can be excluded as a cause
(CX 3). He supported his conclusionwith an extensive discussion of the medical literature demonstrating
that coa dust exposure, in both smoking and nonsmoking miners, can cause clinically important losses of
lung function, and coal dust induced lung disease can progress after the miner leaves the coal mines, even
without radiographic and pulmonary function test abnormalities at the time of departure. Dr. Koenig
reasoned that Claimant’s coal dust exposure cannot be ruled out as a contributing cause of hisimpairment
because, as supported by medical literature, “the symptoms, pulmonary function tests and Chest x-ray
appearance of COPD are identical whether caused by coa dust, by cigarette smoke, or by both.” (CX
3). Therefore, based on the numerous studies in medicd literature and the opinions of NIOSH to which
he referred, Dr. Koenig concluded that the only sound medical diagnosis in Claimant’s case was not to
exclude either smoking or coal dust inhalation as a cause of Claimant’s totally disabling pulmonary
impairment. He stated that afinding that Claimant’ srespiratory disability wasonly dueto cigarette smoking
would be atotal disregard the medical literature, NIOSH, the Industrial Injuries Advisory Council of Great
Britain, and numerous experts in the field of occupational lung disease.

This tribunal acknowledges that, at first glance, Dr. Koenig's opinion seems equivocal as to
whether coal dust inhalation contributed to Claimant’s disabling chronic obstructive pulmonary disease.
However, in Piney Mountain Coal Co. v. Mays, 176 F.3d 753 (4" Cir. 1999), the Fourth Circuit stated
that “a reasoned medical opinion is not rendered a nullity because it acknowledges the limits of reasoned
medical opinions.” Id. at 763. The Court maintained that when a physician uses a conditional term such
as “could,” which was used by Dr. Koenig, it is proper to consider the use of the term in the context of
the physician’s entire opinion. Where a complete reading indicates that it is reasonable to read the
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conditional terms as*“simply acknowledging the uncertainty inherent in medical opinions,” it isimproper to
reject the opinion as equivocal as a matter of law. 1d. Upon review of Dr. Koenig's entire opinion, this
tribunal finds that it provides a postive opinion about the etiology of Claimant’s disabling pulmonary
impairment, and, rather than being equivocal, simply acknowledges the uncertainty inherent in medical
opinions and reaches conclusions with appropriate caution. Dr. Koenig explained his observations, the
body of medical knowledge he relies upon, and his ownreasoning with certainty; therefore, hisopinionis
not equivocal or entitled to less weight due to his use of cautious language.

In the judgment of this tribundl, the opinions of Drs. Rasmussen, Cohen and Koenig are entitled
to predominant weight. Not only are they consistent with the objective evidence in the case, but they show
a persuasive understanding of the medical literature and itsinterplay with the regulations. It is notable that
all of the reports in evidence were written prior to the final issuance of the amended regulations. Many of
the studies relied upon by Drs. Rasmussen, Cohen and Koenig provided the premises adopted as
underlyingtheregulations inthe officia record of rulemaking, and proved to be essentialintheincorporation
of case law and medicine into the guidelinesfor awarding benefitsunder the Act. Moreover, by relying on
this medical literature and the opinions of N1OSH, the viewsexpressed in these opinions are both consistent
with the regulations and their supporting rationales. The ability to reconcile the objective evidence with
the medical literature and to provide documented and well reasoned opinions based on the evidence of
record, makesthe opinions of Drs. Rasmussen, Cohen Koenig, convincing to thistribunal. 1t thereforefinds
that Claimant has established that his pneumoconiosis was at least a substantialy contributing cause of
Claimant’ s respiratory disability, asit has had a material adverse effect on Claimant’s condition.

Thereliance of Drs. Zadivar, Morgan, Castle and Chillag on premises disproved in the medical
literature, refuted by the other physicians, and in disagreement with the regulations makes their opinions
sgnificantly lessconvincing. Additionally, the objective evidence of record simply does not support some
of their conclusions, especidly those reached through inconsistent consideration of Claimant’s condition
over the years and in the record of this case, and in light of the standards utilized by the regulations and
supported by the medicd literature.

Dr. Morgan stated that Claimant’ s lung functionwas “reaively norma” for hisrace until his stroke
in 1981, after which he developed a redtrictive impairment and a mild airways obstruction due to his
continued smoking. Dr. Morgan stated with certainty that, “the fact remains that prior to his stroke hislung
function was adequate and would have in no way impaired his ability to work in the coal mines.” (EX 3).
In concluding that Claimant’ scoal mine employment and related pneumoconiosis did not contribute to his
totally disabling respiratory impairment, Dr. Morgannoted that Claimant’ s obstructive impairment did not
occur until after he ceased mining but while he continued to smoke. Therefore, Dr. Morgan concluded that
the evidence clearly indicates that the cause of Claimant’simpairmentis smoking. Dr. Morgan defended
his position, stating that he does not disagree that pneumoconiosis can progress after the cessation of coal
mine employment, but that he believesthat (1) aminer who has simple coal workers' pneumoconiosis and
leaves mining will not show progressionof the smple coal workers' pneumoconiosis and (2) aminer with
category two or three Smple pneumoconiosis can devel op progressive massive fibross after he ceasescoal
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mining (EX 8). Based on these axioms regarding the progression of pneumoconiosis, Dr. Morgan
concluded that Claimant’s pneumoconiosis did not progress.

While Claimant’s lung function may have not been disabling prior to his stroke, the objective
evidence of record indicates that as early as 1980, Claimant’slung function was declining. The evidence
of record indicatesthat Claimant’ s FEV 1 was less than seventy percent of predicted in1980 and continued
to decline to lessthanforty percent of predicted in 1999.%° Additionally, several physicians have noted that
Claimant’s pre- and post-stroke pulmonary functiontesting indicated a mild restrictive impairment, which
has dissipated and hasbeensuperseded by Claimant’ sworsening obstructive impairment (See e.g. DX 43-
49, 43-26; CX-2). While Claimant’ srestrictive impairment was not disabling in 1980, it was present. Dr.
Morganreviewed the Claimant’ spre- and post-stroke pulmonary functiontesting and medical evaluations,
and, therefore, his determinationthat Claimant’ s pulmonary impairment occurred entirely subseguent to his
stroke is unpersuasive.

Moreover, Dr. Morgan’s opinion regarding the progression of pneumoconiosis after coal dust
inhalationhas ceased isat odds with the regulations and other well-reasoned opinions of record. Asstated
earlier, the amended regulations codify the recognition that pneumoconiosis is a latent and progressive
disease which may first become detectable only after the cessation of coa mine dust exposure.
§718.201(c). Extensive comments related to amended 8718.201(c) explain that the scientific literature
strongly supports the latent and progressive nature of pneumoconiosis, and does not differentiate between
“dmple’ and “complicated” pneumoconiosis. 65 Fed. Reg. 79,968-79,973 (December 20, 2000).
Moreover, Drs. Rasmussen, Cohen and Koenig al refuted Dr. Morgan's contention, citing numerous
studies, also relied upon by the Department of Labor, indicating that coal dust induced lung disease can
progress after the miner ceases coal mine employment. Despite Dr. Morgan'slengthy analysis, hisopinion
is largely inconsistent with the current medical literature cited by the Department of Labor, and it is
unpersuasive because deteriorationin Claimant’ slung functionbegan, abeit mildly, priorto his1981 stroke.
Consequently, Dr. Morgan’sopinionisnot well-reasoned. Fieldsv. Island Creek Coal Co., 10 B.L.R.
1-19 (1987); Bogan v. Consolidation Coal Co., 6 B.L.R. 1-1000 (1984).

Dr. Zadivar's opinion is reasoned, but is premised upon an impermissibly restricted conception
of legal pneumoconiosis. While his opinion dealswith the objective evidence of the case, it isnot creditable
under the Act and regulations. Though he appears to understand Claimant’s physical and physiological
condition, Dr. Zaldivar utilizes such a constrained or limited definition of the disease that in this case it
effectively precluded a diagnosis of legal pneumoconiosis or attribution of the Claimant’s totally disabling
pulmonary impairment to legal or clinical pneumoconiosis. Therefore, Dr. Zadivar’ sopinion is given little
weight

16 Claimant's PV C values also declined from approximately seventy-one percent of predicted in 1980 to fifty-one
percent in 1999. Thistribunal notes that the predicted FEV 1 and FV C values used for comparison were adjusted to
account for Claimant’srace. See CX 3.
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In his September 28, 1999 report, Dr. Zaldivar diagnosed Claimant with smple coal workers'
pneumoconiosis, but found that his respiratory impairment was not caused by pneumoconiosis, but by
weakened respiratory muscles(DX 35). In hisJuly 11, 2000 report, based on review of medical records,
Dr. Zddivar recognized “some degree of airway obstruction and emphysema from his ongoing smoking
habit,” and noted that Claimant had developed more airway obstruction since 1992 (EX 11). However,
two months later, during his September 12, 2000 deposition, Dr. Zaldivar stated equivocally that
Claimant’s decline in FEV1 could be indicative of a true mild obstruction or smply an effect of his
respiratory weakness (EX 17 at 19, 31-33, 42). In either case, he discounted pneumoconiosis as a cause
of an obstructive impairment in Claimant because he did not observe a radiographic progression in
Claimant’ sx-rays, and because he found that Claimant did not exhibit an obstructive impairment at the time
he |eft the coa mines.

In providing two explicit reasons for ruling out pneumoconiosis as a cause for Claimant’s totaly
disabling obstructive pulmonary impairment, Dr. Zaldivar disclosed hisbasisfor Claimant’ sentirediagnosis.
During the September 2000 deposition, Dr. Zaldivar enunciated the two reasons as follows:

Q: What about the possibility that some of this increased obstructive impairment
is the result of his coal workers' pneumoconiosis?

A:No, that’snotlikely. Thereisno progression radiographically. And the amount
of damage to the lungs is caused by the amount of dust and the reactionto the dust
inthe lungs. Hischest x-ray has remained stable, so thereisno reason to think that
there is anymore reaction to the lungs [or] in the lungs now to the dust than there
was in 1989 or earlier because of progression of obstruction.

Q: Can coa workers' pneumoconiosis in fact progress?

A: Wdl, that was actualy answered in both radiographical termsand breathing test
terms. If there is airway obstruction present at the time the individual ceases the
mine work and there is - - and this obstruction is due to mine work, then the
obstructionwill progress faster smply because the individua ages and, aswe age,
we lose lung capacity. (EX 17 at 33-34).

Q: Did you agree or disagreewithhis[Dr. Rasmussen'’ s| opinionthat both cigarette
smoking and coal mine dust exposure should be considered contributing factors to
the disabling respiratory insufficiency?

A: Wdll, | disagree with it for the reason | have mentioned. It istrue that he has
continued to smoke, Mr. Carson has continued to smoke. And smoking does
cause airway obstruction. Andif he hasany airway obstruction now, it isthe result
of his smoking habit because it wasn't there when he quit work in the mines even
beforethe stroke. The FEV 1 percent was entirely normal. And the profusion and
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the chest x-ray haven't changed as | explained earlier. And that smply means that
there is no more reaction to the dust in the lungs than there was al aong evenbefore
the stroke.

So, coal mining didn’t cause any obstruction back before the stroke, and
it isn't causing any obstruction now either. It is the smoking that's causing
obstruction, if in fact obstruction is present. (EX 17 at 42).

Q: A miner's impairment can progress even in the absence of radiographic
progression?

A: Only if thereis airway obstruction present at the time they cease to work, and
| already mentioned that as well during the early part of this deposition in detail.
(EX 17 at 56-57).

Thus, Dr. Zddivar setsout his restricted diagnostic definition of pneumoconiosis. Through hisuse
of evidence and his express reasoning, Dr. Zadivar reveals that, while his understanding of clinical
pneumoconioss is consistent with that of the Act, his misconception of legal pneumoconiosis is so
restrictive, that it contravenes the Act and regulations and, by itsapplication, effectively precludes afinding
by the doctor of any circumstances of totally disabling legal pneumoconiosisin this Claimant.

It is evident from Dr. Zadivar's deposition testimony that he in essence recognizes clinica
pneumoconiosisasa radiographically visble retentionof coal dust in the lungs. Hediagnosed Claimant with
smple coal workers' pneumoconiosis based on a finding of such radiographic evidence (DX 35; EX 11,
17 at 12-13). However, he did not find that Claimant’s clinical pneumoconiosis contributed to any
disabling pulmonary obstructive impairment that Claimant may have because he opined that progression
of the disease into a disabling pneumoconiosis would not occur in the absence of radiographic progression
of coal macule sze and/or profusion. Dr. Zadivar testified that he did not personally observe such
progression in Claimant’s case. Thus, while Dr. Zaldivar’s opinion that clinical pneumoconiosis did not
cause any obstructive impairment in this Claimant may be reasoned, it does not account for the progression
or effects of any legal pneumoconiosis or itsrelationto Claimant’ s disabling pulmonary impairment, which
is clearly established and recognized by Drs. Koenig, Cohen and Rasmussen.

Applicable regulations and case law recognize that both clinicaland |egal pneumoconiosis can exist
in the absence of radiographic evidence. §718.202(b); see generally Naglev. Barnes& Tucker Co., 1
B.L.R.1-961 (1978). The*legal” definition of pneumoconiosisis much broader than the clinical definition,
which encompasses lung diseases characterized by permanent deposition of substantial amounts of
particulate matter in the lungs and the fibrotic reaction of the lung tissue to that depositioncaused by coal
dust exposure in coal mine employment. §718.201(a)(1). Becausetheformsof pneumoconiosisunder the
umbrella of the legal definitionunder the A ct can be present and disabling without producing the trademark
fibrotic reaction of clinical pneumoconiosis, radiographic evidence cannot be the exclusive determinant of
whether legal pneumoconiosis has progressed or worsened, as Dr. Zaldivar suggests. By noting that
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Claimant’s x-rays have not shown a progression of increased size or profusion of visible macules, Dr.
Zaldivar demonstrates only that Claimant’s clinical pneumoconiosis has not progressively worsened over
time” His demonstration obviously could not reveal any progression of Claimant’ slegal pneumoconiosis.
Indeed, under the constraints imposed by his restructured definition, Dr. Zaldivar ruled out both coal mine
employment as a cause of Claimant’s totally disabling pulmonary impairment and the possibility that
Claimant had legal pneumoconiosisin several reports and depositions which comprise the entirety of Dr.
Zadivar's opinion.

As thusrevealed, Dr. Zaldivar stated that when pneumoconiosis is responsible for a pulmonary
impairment, it causes a purely obstructive defect. 1n 1989 and 1992, Dr. Zaldivar, based on examination
of the Claimant and review of medical reports, stated that Claimant had a mild restrictive impairment prior
to his stroke, and opined in this record that pre-stroke pulmonary function testing had indicated reduced
FEV1and FVC (DX 43-26). He opined that the restrictionwas unrelated to Claimant’ s pneumoconiosis
or coa mining employment, stating:

“These studies show that Mr. Carson had a mild restriction of hisvital capacity.
There was absolutely no evidence of obstruction. There are many causes of
restriction, but none of them are coal workers' pneumoconiosis. Coal workers
pneumoconiosis, when it causes any sort of impairment, does so by causing an
airway obstruction.” (DX 43-26).18

Thelega definition of pneumoconios's, however, is broader than the definition Dr. Zaldivar

17 br. zaldivar considered his own readi ngs of filmsfrom 1989 and 1999 in determining that no radiographic
progression occurred. (EX 17).

18 Dr. zadivar's categorical opinion stands in striking contrast with the medical opinions approved in Stiltner,
where the Fourth Circuit observed, “Unlike the medical opinions we examined in Warth, none of the challenged
physicians here assumed that coal mine employment can never cause COPD; they merely opined that Stiltner likely
would have exhibited restrictive impairment in addition to COPD, if coa dust exposure were afactor.” (Footnotes

omitted.) Stiltner v. Island Creek Coal Co., 86 F.3d 337, 341, 20 B.L.R. 2-246, 2-254 (4™ Cir. 1996). Apparently Dr.
Zaldivar once shared the view of the physicians approved in Stiltner, because the Fourth Circuit noted in Stover v.
Consolidation Coal Co., 45 F.3d 427 (4" Cir. 1995):
The ALJ accorded "full weight" to the opinions of Drs. Zadivar, Fino, and Louden,
who found no pneumoconiosis, based on their expert credentials, and those
physicians found that the miner's disabling respiratory impairment was solely
attributable to the miner's extensive smoking history and lifelong asthma. They
explained how the miner's pulmonary function studies reflected the presence of an
obstructive form of respiratory impairment rather than the restrictive form associated
with pneumoconiosis.”
This observation by the court tends to impair further the credibility of Dr. Zaldivar’ sinconsistent opinion in this
cae.
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obvioudly applied, and encompasses “any chronic lung disease or impairment and its sequel ae arising out
of coal mine employment.” 8718.201(a)(2). It includes, but is not limited to, “any chronic restrictive or
obstructive pulmonary disease arising out of coal mine employment.” Id. (emphasis added). By limiting
his diagnosis of pneumoconiosis to obstructive pulmonary disease only, Dr. Zadivar failed to include
consideration of legal pneumoconiosis within the scope of that diagnosis, and in doing o, precluded any
possible diagnosisof Claimant’ srestrictive pulmonary disease as pneumoconiosis whichcould be plausible
under the Act. However, Dr. Zaldivar does not stop there in his distortion of the regulatory definition.

Dr. Zddivar stated that evenif a patient has an obstructive impairment, it canonly be linked to the
patient’s occupational exposure if the impairment was present at the time the patient left his coa mine
employment. In his deposition of April 13, 1992, the following exchange took place:

Q: Do you expect impairment due to pneumoconiosis to progress absent further
dust exposure?

A: No. If thereis no impairment found at the time the individual ceases to work,
one does not find any pulmonary impairment subsequent to that. (EX 43-41 at
28).

During his subsequent September 12, 2000 deposition, Dr. Zaldivar affirmed his opinion and
reiterated his belief that pneumoconiosis causes a purely obstructive impairment. He stated that aminer’s
impairment can only progress in the absence of radiographic progression “if there is airway obstruction
present at the time they cease work.” (EX 17 at 57). Therefore, for the past decade, Dr. Zadivar has
repeatedly affirmed his opinion in the context of this claim that pneumoconiosisis not alatent disease, and
that if it does progress, it will only do so if it was present at the time the exposure to coal dust ended.

Recent amendments to the regulations codified case law to explicitly include within the definition
of pneumoconioss, the following refinement:

For purposes of this definition, “pneumoconiosis’ is recognized as a latent and
progressive disease which may first become detectable only after the cessation of
coal mine dust exposure. §718.201(c).

Therefore, by not recognizing pneumoconiosis as a latent and progressive disease process, Dr. Zaldivar
has relied upon a definition that is both overly restrictive and isin conflict with the regulations.

Findly, while Dr. Zadivar has established that he will only diagnose pneumoconiosis based on a
finding of an obstructive impairment at the time a patient leaves the coal mines, he has declared that he does
not expect to find suchanimpairment. At the September 12, 2000 deposition, thefollowing exchange took
place between Claimant’s attorney and Dr. Zadivar:
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Q: Okay. Theinhalation of coa mine dust can cause obstruction?
A: Inhalation of coal mine dust can cause obstruction, yes.

Q: Weknow that coal mine dust can cause obstruction because of epidemiol ogical
studies?

A: Well, we know that coal dust can cause adrop in FEV1in acertain group of
coal miners because of epidemiological studies, but we don’t have any animal data
to show that as we have in the smoking data. There's a difference.

Q: Both cross sectional and longitudina studies have shown the relationship
betweencoal mine dust exposure and the devel opment of obstructive lungdi sease?

A: Not as an invaridble result. It is - - It is shown that individuals do develop
airway obstruction, but there is not a - -. Either result is not [an] expected
outcome of mining. The minority of miners develop obstruction.

Q: What percentage would you say develop obstruction?

A: Wedll, | do know from the data from the Occupation and Labor Board, my
understanding is that at |east |ess than four percent develop significant obstruction,
ten percent develop radiographic pneumoconiosis, and somewhere in betweenthe
ten and five percent are individuds who develop some degree of pulmonary
impairment. One percent of thoseindividualswho devel op simple pneumoconiosis
may develop complicated pneumoconiosis.

So, these account information available. We're not talking - - We're not
speaking about the majority of coal miners. (EX 17 at 76-77).

Dr. Zaldivar’ stestimony indicates aconvictionthatonly a very smal minority of minerswill devel op
an obstructive impairment due to coa mine employment, and that an even smaller minority will develop a
sgnificant impairment, whichin turn suggeststhat he does not expect to witness the pulmonary obstruction
he clams isindicative of coal dust induced pulmonary impairment. Again, thisexpectation further narrows
the definition of pneumoconiosis contemplated by Dr. Zaldivar.

Dr. Zadivar sthreestated premises reduce the operative definitionof legal pneumoconiosis for Dr.
Zadivar to, “Pneumoconiosis is an obstructive pulmonary impairment that is not latent and rarely
progressive, and is notan expected outcome of coal mine employment.” Such a definition is far narrower
than that contemplated by the Act and regulations. Consequently, Dr. Zadivar's opinions based on his
effectively restricted definitionare fundamentally at odds with the Act. Furthermore, because Claimant’s
obstructive impairment was not significantly present at the time he left the coal mines, Dr. Zadivar was
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methodically preempted, within his own self-imposed constraints, from diagnosing Claimant with legal
pneumoconiosis. Nor could he attribute Claimant’s obstructive pulmonary impairment to his coal dust
exposure. Consequently, his opinion as to causation, though reasoned, cannot be accorded substantial
weight.

The remaining opinions of record are those of Drs. Chillagand Castle. Dr. Chillagfound evidence
of ample coal workers' pneumoconiosis and a pulmonary impairment “probably” related to Claimant’s
stroke and possibly his cigarette smoking (DX 39). He found the Claimant totally disabled due to his
stroke and and vascular disease and related the pulmonary impairment to Claimant’ s muscle weaknessand
smoking (DX 39; EX 7). Dr. Chillag did not opine that the disability is related to Claimant’s
pneumoconiosis. Dr. Chillag did not provide reasoning until his supplemental report where he explained
that Claimant’ s disability occurred due to his stroke, which was prior to the demonstration of significant
pulmonary impairment (EX 15). Dr. Chillag further stated that Claimant's genera condition has
deteriorated due to his advanced age. Id. Dr. Chillag's opinion provides litle andysis and is not
documented. Aswith Drs. Zadivar and Fino, he did not explain why Claimant’s decreasing pulmonary
function was not deemed sgnificant until it became significant in regard to disability. Moreover, in
determining that Claimant's age and general medical conditions are responsible for his continued
deterioration, Dr. Chillag did not address the fact that at that age, Claimant had experienced over thirty
years of coal mine employment, nor did he discuss how he ruled out any contribution from such
employment. There is simply no indication that he even considered Claimant’s employment history. See
Pinansky v. Director, OWCP, 7 B.L.R. 1-171 (1984). Therefore, this tribunal accords Dr. Chillag's
opinion very little weight.

In three reports and a deposition of record, Dr. Castle diagnosed Clamant with simple coal
workers' pneumoconiosis and mild obstructive lung disease ttributable to Claimant’s ongoing tobacco
habit (EX 4). He explained that the obstruction is not attributable to Claimant’s pneumoconiosis because
it only became apparent eighteen years after Claimant |eft the mines, and because, “When coal workers
PNEUMOCONiOSiS causes impairment it does so by causing a mixed, irreversible obstructive and restrictive
ventilatory impairment,” and Claimant does not have a restrictive impairment.’® 1d. Dr. Castle found
Claimant totally disabled due to his previous stroke and peripheral vascular disease, both of which he
concluded are severe. He also eliminated Claimant’s pneumoconiosis asa cause of his continuous decline
in lung function, citing the lack of radiographic evidence of progression (EX 14).

Dr. Castle’s opinion is unpersuasive regarding the etiology of Claimant’s pulmonary impairment
for the same reason as Dr. Zadivar's. Although Dr. Castle discusses the difference between legal and
clinica pneumoconiosis, his opinionfalsto distinguish the etiology of the clinical pneumoconiosis fromthat
of the more broadly defined legal pneumoconiosis. Such reasoning does not provide an opinionregarding

9 buri ng his deposition, Dr. Castle stated that the mixed impairment is not a generality, stating that “nothing is
100 percent in medicine.” (EX 16).
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the etiology of legal pneumoconiosis, and, therefore, is not probative with respect to that issue (EX 16).
Shonbornv. Director, OWCP, 8 B.L.R. 1-434, 1-436 (1986). Like Dr. Zaldivar, Dr. Castle mantans
that one cannotdetermine a miner’ simpairment by looking at his x-rays, and that x-rays may underestimate
the amount of pneumoconiosis. He does not entirely disagree that pneumoconiosis can be disabling in a
miner who has a normal x-ray, but he has never seen this occur. Moreover, he would not answer
Claimant’s question on cross-examination, whether he required an x-ray to find total disability due to
pneumoconiosis. Like Dr. Zaldivar, Dr. Castle, it appears, only considers clinical pneumoconiosis in
forming his opinions. Therefore, his opinions are not probative of whether Claimant’ stotal disability isdue
to pneumoconiosis, and this tribunal accords his numerous opinions little weight. 1d.

This tribunal has reviewed the opinions of the ten smilarly quaified physicians. In resolving this
battle of the experts through evaluation of their divergent opinions, this tribunal carried out its province
under the APA? to initidly determine whether each medical report of record relevant to the issue was
reasoned and documented, and it has provided reasons for discounting opinions. See Collinksv. J & L
Seel, 21 B.L.R. 1-181 (1999). In making these determinations, this tribunal considered the physicians
qualifications, their reasoning, their reliance on objectively determinable symptoms and established science,
thelr detail of analysis, and their freedom fromirrelevant distractions and prejudices. Underwood v. Elkay
Mining, Inc., 105 F.3d 946, 951 (4" Cir. 1997); seealso Milburn Colliery Co. v. Hicks, 138 F.3d 524
(4" Cir. 1998). Additionally, this tribunal paid close attention to the spirit, underlying rationales, and
supporting case law and scientific evidence of the regulations. The opinions of those physiciansfinding that
Claimant’ s pneumoconiosis at |east substantially contributed to his totally disabling pulmonary impairment
provided the most persuasive reasoning in light of the many factors considered. These physicians opinions
accounted for every aspect of Claimant’ s physical conditionbefore and after his 1981 stroke, documented
and explained their reasoning, and supported their conclusions with science explicitly subsumed in the
applicable regulations. While this tribunal acknowledges that there may remain some areas of debate, the
opinions of seven physicians were unpersuasive in light of the factors considered. In general, those
physicians did notaccount for Claimant’ sobservabl e pre-stroke pulmonary impairment, were not in accord
with the accepted body of medical literature subsumed in the regulations, did not distinguish in their
reasoning the etiologic differences between clinica and legal pneumoconiosis, and seemed unwilling to
consider Claimant’s extensive coal mining history in relation to his smoking history.? Therefore, in
consideration ofthe above reasoning, this tribunal finds that, based on the more persuasive opinions of Drs.
Koenig, Rasmussenand Cohen, Claimant hasestablished that hispneumoconiosissubstantially contributed
to histotally disabling pulmonary impairment, and has proved a material change in conditions.

2 susc. 8557(c)(3)(A), asincorporated into the Black Lung Act by 5 U.S.C. 8554(c)(2), 33 U.S.C. §919(d), 30
U.S.C. §932(a).

2L Thistribuna notes that it was the former three physicians, who found contribution from Claimant’s
pneumoconiosis, who utilized the most extensive smoking history reported (approximately forty-seven yearsin
length) in reaching their conclusions.
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Entitlement

In conclusion, because Claimant has established total disability due to pneumoconiosis. He has
established a materia change in conditions, and, accordingly, entitlement to black lung benefits.

Date of Onset

The Claimantwasphysicaly disabled by unrel ated causes before his pneumoconiosis had gradualy
progressed enough to contribute substantially to his disability. Thelast denial in 1992, affirmed in 1996,
recognizedtotal disability that was not caused by coal workers' pneumoconios's. Neither themedical tests
nor the physicians' opinions pinpoint when pneumoconiosis could be considered to be a substantial cause
of the Claimant’ sdisability. The date of onset, therefore, cannot be deduced from the evidence of record,
and so payment of benefitsupon proof of entitlement should commence as of November 1998, the month
in which the instant claim was filed. 8725.503(b).

Attorney's Fees

An attorney’s fee is approvable in accordance with 20 C.F.R. §8725.366 and 725.367.
Applicationfor suchapproval, with service upon Claimant and al other parties, should be filed within thirty
(30) days of the date of thisdecision. Parties may file objections within ten (10) days following receipt of
such an application. The Act prohibits charging a fee without prior approval pursuant to these applicable
regulations.

ORDER

The dam of William H. Carson for black lung benefits under the Act is hereby granted.
Respondent Westmoreland Coal Company is directed to pay to Claimant al black lung benefits to which
he is entitled, augmented with respect to his two dependents, commencing as of November 1, 1998.

A
EDWARD TERHUNE MILLER
Administrative Law Judge
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NOTICE OF APPEAL RIGHTS: Pursuant to 20 C.F.R. § 725.481, any party dissatisfied with this
Decision and Order may appeal it to the Benefits Review Board within 30 (thirty) days from the date of
this Decisionby filing a Notice of A ppeal withthe Benefits Review Board at P.O. Box 37601, Washington,
D.C. 20013-7601. A copy of this notice must also be served on Donald S. Shire, Associate Solicitor,
Room N-2117, 200 Constitution Avenue, N.W., Washington, D.C. 20210.




